Introduction
The lung represents a frequent site of inflammation because of its direct exposure to noxious agents, antigenic materials and invasion by microorganisms. Cigarette smoking, exposing the surface of the lower respiratory tract to more than 4000 chemical constituents such as polynuclear aromatic hydrocarbons and tobacco specific nitrosamines, has been associated with inflammatory processes. 2 The development of pulmonary in- (Fig. 2, top panel) . Immunoenzymatic determinations on samples, the biological activity of which is reported in Fig. 2 Moreover the absence of TNF-0 in the plasma could be due to either cytokine inactivation during the transalveolar passage or the dilution in body fluids and the rapid clearance from plasma. 26'2v Alveolar Mq collected from both control and smoker rats were extremely sensitive to low LPS concentrations but, in the last case, TNF-0 release 
